The specificity of T cells in the inflamed joints of patients with rheumatoid arthritis (RA) has been the subject of much study. Bacterial Higher responses to several bacterial antigens in the synovial fluid of patients with RA were found compared with peripheral blood from the same patient group. The antigen presenting cell population of the synovial fluid in patients with RA and the patients with other rheumatic diseases was found to be stimulatory for autologous peripheral blood T cells even in the absence of antigen. This suggests an important role for the synovial antigen presenting cell in the aetiology of inflammatory joint diseases.
Many workers in the last decade have been interested in the specificity of the synovial T cell in rheumatic disease. These studies are based on the idea that the triggering antigen of rheumatic disease can be found from the specificity of the T lymphocytes at the site of the inflammation (reviewed by Keat and Knight for reactive arthritis'). In reactive arthritis the triggering antigens are thought to be antigens of the microbes that cause the infections of the gut such as chlamydia, yersinia, or salmonella.2 Antigens of these bacteria have indeed been detected in synovial cells,37 and T cell specificity for these antigens has been found in the synovium. '0 In rheumatoid arthritis (RA) the specificity of mononuclear cells, preferentially in the synovial fluid, for antigens ofMycobacterium tuberculosis 11 and especially for the 65 kilodalton heat shock protein'2 has been reported. T cell reactivity to these heat shock proteins has also been described in reactive arthritis.'3 1 There is now much interest in the cross reactivity of exogenous and endogenous heat shock proteins, which is thought to be pivotal in the aetiology of rheumatic disease. '5 16 The presence in the synovial fluid of y6 T cell receptor positive cells specific for mycobacterial proteins has been reported. '7 Res et al, however, have reported that the T cell responses to the acetone precipitable fraction of M tuberculosis found in the synovial fluid of patients with RA cannot be ascribed to the 65 kilodalton protein but to another microbial antigen also present in Escherichia coli.'8 Moreover, peripheral blood yb cells were shown to be responsive to M tuberculosis but not to the 65 kilodalton protein. ' 9 This paper is therefore mainly focused on bacterial antigens other than heat shock proteins.
In animal models bacterial preparations have been used to induce arthritis. Mycobacterium tuberculosis in oil in the base of the tail of rats is well known as the adjuvant arthritis model, first described by Pearson and group.bmj.com on June 21, 2017 -Published by http://ard.bmj.com/ Downloaded from patients with RA ( fig IC) and those with other rheumatic diseases (fig 1 D) were also compared. No significance was reached for all antigens. Figure 2 shows the stimulation indices of the peripheral blood of healthy subjects. Some responsiveness to the bacterial antigens was found in these samples. A significantly higher response to mitogen concanavalin A was found on day 4 (p=0-01) compared with peripheral blood from patients with RA.
As we were also interested in the differences in the responses between synovial fluid and peripheral blood in each group of patients, statistical analysis comparing these results was performed. p Values for this analysis of the RA group are given in 
Discussion
The first aim of our study was to investigate whether there is an antigen specific response to intestinal and other bacterial antigens in the mononuclear cell fractions of synovial fluid or peripheral blood from a group of patients with RA compared with a group of patients with rheumatic diseases other than RA. This last group consists of patients with other inflammatory joint diseases, mainly osteoarthritis. In comparing these two groups no significant differences were found for the bacterial antigens. The highest responsiveness in the synovial fluid of patients with RA compared with synovial fluid of the other group was found to the streptococcal cell wall fragments. No correlation was found between the response on Table 3 
